Rheumatoid arthritis (RA) results from an interaction between an oligogenic susceptibility and unknown environmental factors.' Part of this genetic susceptibility is accounted for by genes within the major histocompatibility complex (MHC). An Gene frequencies are shown in Taible 2. There was a significant increase of the 8 kb allele (the most striking effect statistically) and at decrease of the 18 kb allele in the RA group (the latter p value loses statistical significance if corrected for the number of alleles). Observed genotype frequencies in both RA and control groups were similar to 
